In our series, 105 cases (64 males and 41 females) with tracheo-oesophageal dysraphism were analysed. Additional anomalies were found in 56 cases, of which two had anencephaly and spina bifida. There were 81 sibs, none of whom had NTD, though in one case hydrocephalus was present. Other congenital malformations and genetic disorders were observed in eight sibs, including two with adrenogenital syndrome (in one family), two with inguinal hernia, and one each with thoracopagus, duodenal atresia, cleft lip/palate, and rib malformations.
It is well known that the frequency of NTD varies significantly in different populations. In England, and especially in Ireland and Wales, it reaches 5:1000, whereas in Canada or the USA it is nearer to 1:1500.6 7 In the USSR it is slightly lower than 1:1000.8 Therefore we divided the data on NTD frequency in sibs into two groups, according to the incidence of NTD in the population (table).
This shows that there is no evidence for an increased risk of NTD for the sibs of patients with Oesophageal atresia is a most neglected defect, and it is sad that current interest mainly centres not on the defect itself, but either with the probably spurious increase of neural tube defects in sibs, or with the VATER or VACTERL association, which embodies the statistical and teratological misconception of a non-random association of defects.
Ilyina and Lurie's hypothesis that there may be a relationship between the risk of neural tube defect for sibs of patients with oesophageal atresia and the population frequency of neural tube defects may be right. It is perhaps akin to the suggestion that the recurrence risk of neural tube defects is to some extent a function of the background population risk. However, the general notion of an increased frequency of neural tube defects in the sibs of children with other malformations1 is most likely to be attributable to sampling errors or bias.
Correspondence
The cases of Fraser and Nussbaum2 were a highly selected group and in no way representative of the general population of patients with oesophageal atresia, and the same applies to the data of Warren et al.3 It is not clear how the cases of Ilyina and Lurie were ascertained, but it is likely that they were selected in some way. Our own study4 was happily free from this defect, only to fall victim to the entirely fair criticism5 that we did not seek to identify all sibs but just used available medical records. Probably the only suitable data come from Sweden5 and Canada,6 and from these studies it does seem that there is no increase in neural tube defects in the sibs of patients with oesophageal atresia. 
